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Expressions of Caspase 3 ,Bax and Bcl-2 in aorta of
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Abstract: Objective To investigate the expressions of cysteinyl aspartate specific proteinase 3 ( Caspase 3), Bax and
Bel-2 in aorta of rats with type high homocysteine (Hhey) atherosclerosis( AS). Methods Twenty SD rats were randomly
divided into experiment group and control group. Methionine (1 g+ kg™' - d™') was given by gavage in experiment group
to establish type Hhey AS model, and normal saline was given by gavage in control group. The rats were killed after 4
months of feeding. Full automatic analyzer was used to detect the content of serum homocysteine ( Hey). HE staining was
used to detect the aortic plaque area. Immunohistochemistry method was used to detect the expression of a-smooth muscle
actin (@-SM-actin)in aortic tissue. Western blot and reverse transcription polymerase chain reaction ( RT-PCR ) methods
were used to respectively detect the expressions of Caspase 3,Bax and Bel-2 protein and mRNA. Results It indicated the
type Hhcy AS model was established successfully that the content of serum Hey increased significantly, and the aortic
plaque area and the a-SM-actin positive expression rate increased significantly (all P <0.01) in experiment group com-
pared with control group. Compared with control group,the protein and mRNA expressions of Bcl-2 were up-regulated , and
the protein and mRNA expressions of Bax and Caspase 3 were down-regulated in experiment group (all P <0.01). Con-
clusion The aortic AS progress in methionine-induced type Hhey AS rats is affected through regulating the expressions of
Caspase 3 ,Bax and Bel-2.
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